sis, saddle-type hypoesthesia, and the decrease of anal sphincter tonus were noted at admission. Deep tendon reflexes were brisk. Spinal MRI, including the sacral region, was repeated showing obvious enhancing tubular structures around the cord and within the thecal sac ( Figure 1B ). Negative results were obtained for hemogram, sedimentation, C-reactive protein, hepatitis markers, vasculitis markers, and human immunodeficiency virus. A lumbar puncture revealed a cerebrospinal fluid protein level at 53 mg/dL and glucose level at 59 mg/dL. Mature lymphocytes were seen on cerebrospinal fluid cytology. Oligoclonal band was negative. The IgG index was 0.58. The results from tests for Brucella, syphilis, cerebrospinal fluid/serum angiotensin-converting enzyme level, tuberculosis polymerase chain reaction, herpes simplex virus, Epstein-Barr virus, varicella-zoster virus, and Borrelia serology were negative.
Based on the spinal MRI findings (ie, long-segment intramedullary signal change accompanied by an appearance of possible abnormal vessels), diagnosis of spinal vascular malformation was considered and a spinal angiogram was performed. Spinal digital subtraction angiography revealed a dural arteriovenous fistula filling from the right T7 and T8 intercostal artery injections. The patient was treated with embolization under general anesthesia and totally occluded with n-butyle-2-cyanoacrylate (glue) following the superselective catheterization of the fistula site from the radicular branch of the right T7 intercostal artery (Figure 2) . Follow-up MRI at 9 months showed the regression of myelopathy and the resolution of gadolinium enhancement ( Figure 1C and D) . The patient showed clinical recovery with minimal sequelae. IMPORTANCE Dural arteriovenous fistula is a very rare cause of myelitis that can only be treated interventionally or surgically.
OBSERVATIONS A man in his 30s with paraparesis and urinary incontinence had a long-segment thoracic lesion on spinal magnetic resonance imaging. Transverse myelitis was the initial diagnosis. Although a pulse steroid and intravenous immunoglobulin treatment regimen was given, no definite clinical response was seen. A spinal angiogram was performed in our center demonstrating right T7 to T8 spinal dural arteriovenous fistula. The fistula was occluded with embolization and the patient showed recovery following the endovascular treatment.
CONCLUSIONS AND RELEVANCE Myelitis usually is known to respond well to immunosuppressive treatments. Despite adequate medical treatment, if slow progression is seen in the follow-up clinically and radiologically, dural arteriovenous fistulas should be kept in mind in the etiopathogenesis. Intramedullary increased signal intensity is present in the distal thoracic cord on T2-weighted sagittal image representing thoracic myelopathy (A; arrowheads). Postcontrast T1-weighted sagittal magnetic resonance image shows enhancing serpiginous tubular structures, which possibly represent abnormal vasculature (B, arrowheads). Control magnetic resonance imaging 9 months after the treatment shows resolution of the abnormal signal intensity within the cord (C) and regression of the abnormal enhancing vessels (D).
